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A study on advanced lung pathological changes in diabetic rats and the protective effect of cyclosporin A XU
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[Abstract] Objective To study the advanced lung pathological changes in diabetic (DM) rats and the
protective effect of cyclosporin A (CsA). Methods Thirty Wistar rats were randomly divided into three
groups: normal control group (CON group), DM group and CsA treatment group (each n=10). Streptozocin
(STZ) 55 mg/kg once was injected into peritoneal cavity to prepare DM rat model in DM and CsA groups. The
rats were fed for 28 weeks; in the CsA group, CsA 3 mg * kg™! » d~! was administered orally for 6 weeks, and
in the DM group, no treatment was given. Synchronously, the rats in the three groups were fed for 34 weeks,
then they were sacrificed, and immediately the lungs were taken out and their pathological changes were
investigated; in the meantime, the deposition of immunoglobulin IgA, IgG, IgM, and expressions of nuclear
factor-kB (NF-«kB) and transforming growth factor-Bl (TGF-Bl) were semi-quantitatively measured.
Results At the late stage of STZ induced DM rats, marked pathological changes and functional abnormality
were found in their lungs; immunohistochemical staining showed there were a great amount of IgG and IgA
and a small amount of IgM deposition, cytokines NF-«B and TGF-B1 positive expressions in the lung tissues.
CsA treatment could lower the amount of immunoglobulins deposition and cytokine expressions. The
semi-quantitative analyses revealed that the absorbance (A) values of IgG, IgA deposition, NF-«B and
TGF-B1 expressions in DM group were significantly higher than those in the CON group; those in the CsA
group were obviously higher than those in the CON group, but lower than those in DM group (P<<0. 05 or
P<C0.01). Conclusion This study demonstrates that the lung is one of the target organs of DM damage, and
the administration of CsA has protective effect on it.
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